At the age of 29, a womandeveloped central nervous system manifestations of incontinence, psychosis and a grand mal seizure in February 1982. She was diagnosed as having systemic lupus erythematosus (SLE) based on photosensitivity, oral ulcers and elevated antinuclear and anti-DNA antibodies titers. Three years and one month later the patient had episodes of severe headache and vomiting during the course of maintenance treatment. CTexamination of the head revealed blood within subarachnoid cisterns, and a small berry aneurysm was found at the distal portion of the basilar artery by cerebral angiography. The possible role of SLE-associated cerebral vascular changes in the development of this aneurysm is discussed.
A variety of lesions in the wall of small and large blood vessels supplying the central nervous system (CNS) are frequently seen in systemic lupus erythematosus (SLE) involving the CNS(CNS lupus)
(1). The incidence of cerebral aneurysms detected at general autopsy is around 5% (2). Although these two diseases are related to blood vessels (1/, 3), there are few reports of their coexistence (4-6). Wereport a case of CNSlupus which was complicated by a ruptured cerebral berry aneurysmresulting in a subarachnoid hemorrhage (SAH).
CASE REPORT
A 29-year-old womanwith a past history of photosensitivity, and a two-week history of high fever (39°C), weight loss, incontinence, psychosis and a grand mal seizure, was admitted to a hospital emergency ward in February 1982. Laboratory examinations revealed a highly elevated antinuclear antibody (1 : 160), increased titer of anti-DNA antibody (89.3 U/ml, normal: below 10) and decreased levels of complement (C3: 44.0 mg/ml, normal:
80-200, C4: 5.6 mg/ml, normal: 15-60, CH50:
14.8 U/ml, normal: 31-52). The erythrocyte sedimentation rate (Westergren) was elevated (70 mm/h). However, the findings on cerebrospinal fluid, electroencephalogram, brain CT scans and examinations related to infections were normal.
Cerebral angiography was not performed since there were no manifestations related to the complications of cerebral aneurysm.
Under the diagnosis of SLE (7), treatment with prednisolone 60 mg/day orally was started, and resulted in prompt improvement in her condition and laboratory data. The dose of prednisolone was tapered biweekly by 5 mg. Six months later, she was discharged with a maintenance dose of 15 mg/day of prednisolone.
In the following two and a half years, she was treated at the outpatient clinic with 5 to 15 mg/day prednisolone. The dose was tapered or increased depending on the serological data.
The patient suddenly complained of severe headache and vomiting at work in March 1985. presented an additional case of SLEwith a 3-year history of lupus nephritis and a l-year-8-month history of CNS lupus associated with multiple cerebral fusiform aneurysms. In this case, aneurysms were confirmed radiologically and vasculitis in the small arteries of the CNSwas found at autopsy. The present patient seems to be the 4th case of CNSlupus on steroid within 3 years associated with cerebral berry aneurysm. Different from the above 3 cases, she is alive as an outpatient. Five cases of lupus nephritis associated with cerebral aneurysmswere reported (4, 6 12-14). Also, there are several cases of SLE (12, 14-21) with manifestations apparently associated with cerebral aneurysms. In one (18) of these cases, vasculitis in the aneurysmal wall was noted at autopsy.
The present case was reported elsewhere from a neurosurgical point (15) 2) Fox JL: The incidence of intracranial aneurysm. in: In- 
